literature. In acute poisoning, the data regarding their efficacy are lacking. [4] In cases of severe poisoning, development of AKI limits their role. As BAL is less effective than pencillamine; our patient received inj. pencillamine. With the passage of time, poisoning led to the development of AKI; so other antidotes were not considered for treatment. Lastly, supportive symptomatic treatment includes management of gastric injury, treatment of methHb, rhabdomyolysis and AKI. In our patient, the levels of methHb kept increasing despite administration of inj. methylene blue and ascorbic acid. Inadequate dose of methylene blue, G-6PD deficiency, NADPH dependent methaemoglobin reductase deficiency can lead to failure of methylene blue treatment. [5] Another important point to be considered is that methylene blue action requires intact erythrocytes and if there is haemolysis as in our patient, it may be ineffective. If methylene blue is ineffective, exchange transfusion and administration of hyperbaric oxygen may be beneficial. Unfortunately, these modalities are not available at our hospital.
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The authors certify that they have obtained all appropriate patient consent forms. In the form the patient(s) has/have given his/her/their consent for his/ her/their images and other clinical information to be reported in the journal. The patients understand that their names and initials will not be published and due efforts will be made to conceal their identity, but anonymity cannot be guaranteed. An 11-month-old male child (body weight 8 kg), a diagnosed case of MSUD, was referred to our institution for liver transplantation. On the 7 th day after birth, the baby became lethargic, irritable, and was feeding poorly; he was admitted to another hospital. On day 15 th of life, the baby was diagnosed with MSUD. After 2 months of strict MSUD diet, the child's condition and symptoms improved, except for three episodes of crisis-like situation which were managed conservatively with hydration, calorie supplementation, correction of metabolic abnormalities, and treatment of precipitating factors. The child also underwent dialysis once during one of these crisis episodes. During the crisis episodes, the leucine levels were found to be high (600-800 μmol/l), but decreased to <200 μmol/l after management. In view of good improvement on MSUD diet, he was advised liver transplantation. After a thorough preoperative workup and preanaesthetic evaluation, the child was posted for living donor-related liver transplantation, and the donor was his grandfather. Preoperative leucine levels were 418 μmol/l and valine was 468 μmol/l. Anaesthesia induction was as per the institutional protocol with fentanyl, propofol, and atracurium, followed by maintenance with isoflurane along with continuous infusions of atracurium and fentanyl. A 5.5-Fr. triple lumen catheter was inserted in the right internal jugular vein (ultrasound-guided), and left radial arterial cannula was placed. Ten grams of enteral MSUD formula was dissolved in 60 ml of saline and given at a rate of 10 ml/h via the nasogastric tube. Intralipid 20% was also administered as infusion. The surgery along with the reperfusion stage was uneventful. Electrolytes, lactate, and glucose levels were monitored with hourly arterial blood gas. He received a left lateral graft (282 g). The trachea was extubated on the table, and the child was shifted to the intensive care unit. His immunosuppressants were started on postoperative day 2 (POD2), and feed was started on POD3. His liver functions improved gradually, leucine levels normalized by POD6, and he was discharged from the hospital on POD19. The child has been stable over 2 years of follow-up, and enjoys an unrestricted diet.
The primary pathophysiology in MSUD is the accumulation of leucine in the plasma and organs, and severe metabolic decompensation is associated with the catabolism of tissue proteins at times of starvation and stress. Children are treated with dietary restriction of BCAAs and avoidance of catabolic states. Despite strict dietary control, severe metabolic crises can still develop during intercurrent illnesses and can be associated with life-threatening cerebral oedema. Due to a protein restricted diet, MSUD patients can also develop essential amino acid deficiencies, resulting in immunodeficiency, growth failure, and global developmental delays. Patients undergoing liver transplantation for MSUD should be carefully selected. Successful outcomes depend on a multidisciplinary approach to management in the perioperative period. Baseline levels of BCAAs should be noted, and if found excessive, transplantation should be deferred and medical treatment initiated. Patients with MSUD cannot be fasted without catabolic consequence, and specialized total parenteral nutrition should be used that include concentrated dextrose infusions. It is essential, to avoid metabolic decompensation, that plasma BCAAs are within target ranges and dehydration and acidosis corrected before taking up the child for transplantation. Lipid infusion provides calories without causing overhydration and haemodilution, preventing cerebral oedema and death that have been reported previously in catabolic states. Perioperative sedation and analgesia should be optimized to avoid catabolism, and physiologic stress should be kept to a minimum. In our case, the child is under regular follow-up for 2 years, and has been leading a normal healthy life with unrestricted diet intake. The development of liver transplantation as a treatment for MSUD has dramatically improved the quality of life in these patients. In conclusion, we can say that MSUD, being a rare genetic disease, presents a unique set of perioperative challenges for the anaesthesiologist. [1] [2] [3] [4] Declaration of patient consent The authors certify that they have obtained all appropriate patient consent forms. In the form the patient(s) has/have given his/her/their consent for his/ her/their images and other clinical information to be reported in the journal. The patients understand that their names and initials will not be published and due efforts will be made to conceal their identity, but anonymity cannot be guaranteed.
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This is an open access journal, and articles are distributed under the terms of the Creative Commons Attribution-NonCommercial-ShareAlike 4.0 License, which allows others to remix, tweak, and build upon the work non-commercially, as long as appropriate credit is given and the new creations are licensed under the identical terms. Intraoperative error in estimation of blood loss due to change in the size of abdominal swab Sir, Surgeries are associated with blood loss which can be moderate to severe. Loss of blood in the intraoperative period is of concern to both the surgeon and the anaesthesiologist. Accurate assessment of blood loss is necessary as underestimation can lead to delayed replacement which results in hypoperfusion, decreased haemoglobin, delayed recovery, and increased morbidity and mortality. [1] Overestimation of blood loss can lead to unnecessary transfusion, volume overload, and cardiac failure.
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We present a case of a 70-year-old female patient weighing 50 kg suffering from carcinoma of the endometrium undergoing staging exploratory laparotomy. The patient was accepted under American Society of Anesthesiologists' physical status class-II with a haemoglobin level of 10 g/dl. Maximum allowable blood loss (MABL) calculated was 550 ml. General anaesthesia (GA) along with epidural analgesia was administered. No epidural drug was given except the test dose which was negative. Intraoperatively, the patient had an episode of hypotension as blood pressure dropped from 130/70 mmHg to 85/54 mmHg with heart rate increasing from the basal value of 78 beats/min to 118 beats/min. Blood transfusion was started, and the blood loss estimated by the anaesthesia resident was 518 ml (fully soaked six abdominal swabs and 
